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cretion, and other cellular functions. Unexpectedly, isletsAdenosine 5-triphosphate-sensitive potassium (KATP)
from Sur1KO mice are refractory to GLP-1 and GIP,channels are unique combinations of potassium inward
gastrointestinal peptides known to potentiate glucose-rectifiers (KIR6.x) and sulfonylurea receptors (SURs),
induced insulin secretion by elevating cAMP. The nor-members of the transport ATPase or ATP-binding cas-
mal potentiation of secretion by cAMP is not affectedsette superfamily. In pancreatic -cells, KATP channels
by PKA inhibitors, thus the results argue KATP channelscouple metabolism to membrane electrical activity and
participate in cAMP sensing in  cells, possibly via directregulate insulin secretion by modulating the cell resting
interactions with the recently discovered guanine nucleo-membrane potential and thus the activity of voltage-
tide, exchange proteins activated by cAMP, termedgated Ca2 channels. Early studies defined the stoichiom-
Epacs or cAMP-GEFs. Thus, although KATP channelsetry of the -cell channel as (SUR1/KIR6.2)4; more recent
are missing and [Ca2]i is elevated, disrupting the enter-work has centered on defining functionally important
oinsular axis removes a major stimulus for insulin releasedomains and interactions within the channel, for exam-
allowing KATPKO mice to remain normoglycemic.ple, for drug binding and regulation of gating. Work
done in the mid-1990s identified mutations in human
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